We reported three patients who developed disseminated intravascular coagulation (DIC) accompanying thoracic and abdominal aortic aneurysm. The first case, a 26-year-old man with dissecting aortic aneurysm developed DIC with clinical bleeding after operating on glaucoma. The administration of fibrinogen concentrates and antifibrinolytic agent madehis DICimprove. The second case, a 70-year-old man with abdominal aortic aneurysm developed DIC showing large ecchymosis after angiography. His DIC disappeared after operation on aneurysm. The third case, a 73-year-old womanwith thoracic and abdominal aneurysm developed laboratory-DIC without severe hemorrhagic diathesis. During antifibrinolytic therapy, platelet count, fibrinogen and fibringen degradation product (FDP) level improved. Since the treatment of the coagulaopathy might be varied in the situation of the cause and clinical course, it is noted that anti-fibrinolytic therapy waseffective in our two cases.
The pathogenesis and the method of the treatment of DIC accompanying aortic aneurysm has not been established, because clinical courses and results of the hemostatic abnormalities varies in individual patients.
Since we encountered three patients who developed DIC in the course of aortic aneurysm succeeded in treating them, we would like to report of hemostatic studies and effective therapy for this DIC. Laboratory findings disclosed to the following values; The erythrocyte sedimentation rate was 2 mmper hour. A stool and urine specimen gave a strongly positive test for occult blood. The urinary sediment contained numerousred cells. The serum urea nitrogen and creatinine elevated (Table 1) .
Hemostatic studies were as follows; 1) a moderate thrombocytopenia (5.6xlO4/jul), 2) decreased plasma level of fibrinogen (59.7 mg/dl), 3) an increase of FDP (64 /ig/ml), 4) moderately low level of coagulation factors (FV, 45%, FVII 56% and FXII 32%) and plasminogen (6.3 mg/ml), 5)
shortenning of euglobulin lysis time (ELT) (2hr) ( in March, 1986 . Multiple myeloma (IgG-k, smoldering type) had been diagnosed one year before admission to our hospital. There was a pulsating mass in her abdomen, but no severe hemorrhagic diathesis. She was found to have dissecting thoracic aneurysm and abdominal athero-sclerotic aneurysm by chest roentogenogram (Fig. 4) (Fig. 2) . However, the precise mechanisms of hemostatic disorders in these patients are poorly understood.
In 1975, ten Cate et al7) showed that three possible mechanisms leading to the coagulation abnormalities. One mechanism is the activation of factor XII by subendothelial tissues such as collagen. A subsequent activation of the intrinsic coagulation system was initiated.
Another mechanism is the activation of factor VII by tissue thromboplastin.
The Although there was no edivence of markedly increased systemic fibrinolysis (other than a moderately reduced plasminogen level in case 1), antifibrinolytic therapy was administered in two cases (Case 1 and 3). Consumption of platelets was promptly ameliorated in both cases. Postoperative hemorrhage subsided in case 1 and improvement of the levels of fibrinogen and FDP was found in case 3 by this treatment. It is sure the efficasy of antifibrinolytic therapy was ob- In our two patients with dissecting aneurysm (Case 1 and 3) , the mechanism of improvement of thrombocytopenia and hypofibrinogenemia during antifibrinolytic therapy might be consistent with these hypothesis.
No thrombotic complications were seen in our two patients.
In summary, we reported three patients who developed DIC in the course of aortic aneurysm.
In two cases antifibrinolytic therapy and in one case the removal of aneurysm were effective. 
